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The long-term reproducibility and significance of in-
ducible ventricular arrhythmias were assessed in 21 sur-
vivors of a myocardial infarction. Programmed ventric-
ular stimulation performed a mean of 12 ± 2 days (range
8 to 18) after infarction provoked ventricular fibrillation
in 2 patients, sustained monomorphic ventricular tachy-
cardia in 8 and nonsustained ventricular tachycardia in
11. Patients were restudied using the same protocol a
mean of 8 ± 2 months (range 4 to 11) after infarction.
All patients underwent programmed ventricular stim-
ulation studies in the absence of antiarrhythmic drug
treatment. Ventricular tachyarrhythmias could be rein-
itiated in 16 patients (76%): ventricular fibrillation in
2, sustained ventricular tachycardia in 5 (monomorphic
in 4) and nonsustained ventricular tachycardia in 9.
A preponderance of inferior infarction was observed
among patients with reinducible tachycardias (9 of 16
patients versus 0 of 5 with noninducible tachycardias)
(p < 0.05). No significant difference existed between
patients with and without reinducible arrhythmias with
respect to severity of coronary artery disease, degree of
The laboratory induction of ventricular tachycardia has con-
tributed to a better understanding of the mechanisms of this
arrhythmia (1-3). The therapeutic benefits (4-13) and the
long-term reproducibility (14) of programmed ventricular
stimulation have been validated in patients with sponta-
neously occurring ventricular tachyarrhythmias. Recently ,
several studies have suggested that the induction of ven-
tricular tachyarrhythmias may reveal a propensity to sudden
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left ventricular dysfunction, occurrence of ventricular
fibrillation in the acute phase of infarction and ventric-
ular arrhythmias detected by 24 hour ambulatory
electrocardiographic (Holter) monitoring. There was no
significant difference between patients with and without
a positive late study in stimulation thresholds, ventric-
ular refractory periods, time interval between initial and
repeat testing and use of beta-adrenergic blockingagents.
During a mean follow-up period of 17 months (range
10 to 23) one patient with inducible sustained mono-
morphic ventricular tachycardia at both studies died
suddenly. The remaining patients have survived follow-
up withoutexperiencingan arrhythmic event. Thus, early
induced ventricular arrhythmias can be reproduced after
a mean of 8 months in survivors of myocardial infarc-
tion. Yet the persistent electrical instability is not a pre-
dictor of subsequent arrhythmic death in the first year
after infarction. The long-term clinical significance of
this finding is still uncertain.
(J Am Coll Cardiol 1986;8:32-9)
arrhythmic death in certain groups of asymptomatic patients
such as those with high grade ventricular arrhythmia (15)
and those with a recent myocardial infarction (16-19). Ini-
tial enthusiasm for this technique as a screening tool for
sudden death was tempered when other reports (20,21) showed
that the response to programmed ventricular stimulation was
not helpful in identifying patients at risk for sudden death
after myocardial infarction. Thus, the prognostic value of
this technique remains controversial and there is no infor-
mation regarding the reproducibility of inducible arrhyth-
mias in postinfarction patients. Accordingly, 21 survivors
of myocardial infarction in whom ventricular tachyarrhyth-
mias were initiated by programmed ventricular stimulation
in the early postinfarction period were restudied several
months later to define the long-term reproducibility and
significance of provokable arrhythmia in this specific group.
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Methods
Study patients. In May 1983 a prospective study was
undertaken at our institution to evaluate the prognostic sig-
nificance of programmed ventricular stimulation in patients
with a recent myocardial infarction. The patients in the
current report were part of a larger series of 150 consecutive
patients (21) who: 1) were age 65 years or less; 2) did not
have uncontrolled angina or heart failure; and 3) did not
have sustained ventricular tachycardia 72 hours or more after
the onset of infarction and underwent programmed ventric-
ular stimulation before hospital discharge after acute myo-
cardial infarction. Thirty -five patients had inducible ven-
tricular tachyarrhythmias. One patient was excluded from
the second study because of spontaneously occurring sus-
tained ventricular tachycardia. Of the remaining 34 patients,
21 agreed to be restudied by programmed ventricular stim-
ulation on an elective basis 4 to 11 months after acute
myocardial infarction and gave written informed consent.
The study group consisted of 19 men and 2 women with a
mean age of 51 ± 8 years .
Clinical evaluation. Acute myocardial infarction was
diagnosed when at least two of the following three criteria
were present: 1) myocardial ischemic pain lasting more than
30 minutes, 2) serum levels of creatine kinase elevated to
at least twice the upper limit of normal with the presence
of the MB fraction, and 3) Minnesota code electrocardio-
graphic criteria (22) for acute infarction. The following tests
were obtained in all patients before hospital discharge after
acute myocardial infarction: limited exercise test (23), coro-
nary angiography (24) and left ventricular radionuclide equi-
librium gated scan. A two channel 24 hour ambulatory
electrocardiographic (Holter) recording was also obtained
after acute myocardial infarction, and the patients underwent
repeated 24 hour Holter recording at or near the time of
rehospitalization for the second programmed ventricular
stimulation study. Both recordings were performed in the
absence of antiarrhythmic drugs. The total number of ven-
tricular premature complexes was counted during each hour
and the arrhythmias were also graded according to the sys-
tem devised by Lown and Wolf (25). The clinical variables
analyzed included age, sex, type and site of infarction,
occurrence of heart failure or ventricular arrhythmias in the
coronary care unit, arrhythmias observed during Holter re-
cordings or exercise testing , severity of coronary artery dis-
ease and degree of left ventricular dysfunction .
Programmed ventricular stimulation. All patients
underwent programmed ventricular stimulation studies in
the postabsorptive state while receiving no antiarrhythmic
medications. Initial testing was performed a mean of 12 ±
2 days (range 8 to 18) after myocardial infarction. The
patients were rehospitalized for the second study a mean of
8 ± 2 months (range 4 to II) after infarction. For both
studies a quadripolar catheter was inserted percutaneously
and positioned at the right ventricular apex under fluoro-
scopic guidance. Stimulation was performed using a pro-
grammable stimulator and an isolated constant current source.
The stimuli were rectangular pulses , 1.5 ms in duration, at
twice diastolic threshold. The same protocol of programmed
stimulation was used during both studies: I) A single ven-
tricular extrastimulus (S2) was introduced in late diastole
during two paced ventricular cycle lengths (S, S1 = 600 and
400 ms) and moved earlier until ventricular refractoriness
was encountered. 2) Double ventricular extrastimuli were
then introduced starting at an SIS2 interval 50 ms longer
than the ventricular refractory period and an S2S3 interval
equal to SIS2. S2S3 was shortened by 10 ms decrements
until S3 failed to capture the ventricle and S,S 2 was then
shortened until S3 evoked a response. This was continued
until both S2 and S3 reached refractoriness . 3) The entire
sequence was then repeated at the right ventricular outflow
tract. The protocol was terminated prematurely if a sustained
ventricular tachyarrhythmia occurred.
The following definitions were employed: I) repetitive
ventricular responses were one to five ventricular complexes
in response to a ventricular stimulus; 2) nonsustained ven-
tricular tachycardia was a run of six or more successive
ventricular beats that terminated spontaneously within 30
seconds; and 3) sustained ventricular tachycardia was a ven-
tricular tachycardia that lasted more than 30 second s or
required immediate termination because of hemodynamic
collapse. Sustained and nonsustained ventricular tachycar-
dia were considered induced only if they were induced on
two or more occasions and if cardioversion was not required
for termination. Ventricular tachycardia degenerating to
ventricular fibrillation was characterized as ventricular
tachycardia.
The long-term reproducibility of the response to pro-
grammed ventricular stimulation was evaluated by com-
paring the duration (sustained versus nonsustained), the mode
of initiation, the configuration , the cycle length and the
mode of termination of tachyarrhythmias induced at initial
and repeated testing. Other electrophysiologic variables ana-
lyzed were the diastolic stimulation thresholds, the ventric-
ular refractory periods, the use of beta-adrenergic blocking
agents and the time interval between myocardial infarction
and repeated testing.
Follow-up. Patient s were followed up by one of us at
intervals of 3 to 6 months and no patient was lost to follow-
up. Although the results of both programmed ventricular
stimulation studies were available to the treating physician,
none of the patients underwent stimulation-guided therapy
because the techniques were considered to be research pro-
cedures. Only one patient was discharged after myocardial
infarction receiving a class I antiarrhythmic drug , which
was initiated at the request of the treating physician and was
discontinued 5 months later. An additional patient was treated
with amiodarone for 4 months after the second study. None
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Table 1. Results of Initial and Repeated Pro grammed Ventricular Stimulation Studie s in 2 1 Postinfarction Pat ients m0
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Stim ulation ~
Induce d Mode of Threshold RV A Refractory Period c::r-
Arrh ythmia Mode of Initiation Configuration (C l.) Te rm ination (rnA) RVA (ms) »::lTime Between 0
MI and Seco nd First Second First Second First Second First Seco nd First Seco nd First Seco nd z
Case Study (mo) Study Study Study Study Study Study Study Study Stud y Study Study Stud y »~
rn
I 10 SVT SVT 2 VES/RVOT 2 VES/RV A LBB B (250) RBBB (200) RVP CV 0.5 0 .8 270 260 '"Z2 II NSVT NI 2 VES/RVA - Poly (175)
-
Spont - 0 .9 0 .3 250 220
';2
3 II NSVT NI 2 VES/RVA - Poly (175)
-
Spont
- 0 .8 0 .7 220 210
'"o4 9 NSVT NSVT 2 VES/RVOT 2 VES/RVA Poly (250) Poly (240) Spont Spont 0 .5 0 .6 260 230 ::l
5 9 NSVT NI 2 VES/RVOT Poly (250) Sponl - 0 .7 0 .5 290 320 0- - z
6 8 VF VF 2 VES/RVA 2 VES/RVA Poly (-) Poly (-) CV CV 0 .6 0 .7 240 250
7 8 NSVT NSVT 2 VES/RVOT 2 VES/RVOT Poly (200) Poly (230 ) Spont Spont 0.4 0 .5 240 240
8 4 SVT SVT 2 VES/RVA 2 VES/RVOT RBBB (330) RBBB (270) RVP RVP 0 .7 0 .6 240 280
9 8 NSVT VF 2 VES/RVA 2 VES/RVA Poly (175 ) Poly (-) Spont CV 0.4 0.4 270 260
10 7 NSVT NSVT 2 VES/RVA 2 VES/RVA Poly (240) Poly (250) Sponl Sponl 0 .6 0 .5 250 250
II 7 NSVT NSVT 2 VES/RVA 2 VES/RVA Poly (200) RBBB (250) Spont Spont 1.0 0.4 240 240
12 8 SVT SVT 2 VES/RVOT 2 VES/RVOT RBBB (200) RBBB (220) CV CV 0 .7 0 .8 250 250
13 7 SVT NSVT 2 VES/RVOT 2 VES/RVOT RBBB (200) RBBB (200) CV Spont 0 .5 0 .5 250 260
14 7 VF NI 2 VES/RVA - Poly (-)
-
CV
- 0 .9 0 .7 250 240
15 7 NSVT NSVT 2 VES/RVA 2 VES/RVA RBBB (240) Poly (260) Spont Spont 0 9 0 .8 240 250
16 6 SVT SVT 2 VES/RVA 2 VES/RVOT RBBB (220) LBBB (220) C V RVP 0 .9 0 .3 240 240
17 6 NSVT NSVT 2 VES/RVA 2 VES/RVA Poly (220) Poly ( 170) Spont Spont 0 .7 0 .7 240 230
18 6 SVT NI 2 VES/RVOT - RBBB (260)
-
RVP - 0 .8 1.0 280 250
19 8 NSVT NSVT 2 VES/RVOT 2 VES/RVOT Poly (220) Poly (220) Spont Spont 1.0 0 .3 300 250
20 7 SVT SVT 2 VES/RVA 2 VES/RVA RBBB (250) Poly (200) CV CV 0.6 0 .3 260 250
21 8 SVT NSVT 2 VES/RVA 2 VES/RVA LBBH (280) RB BB (250) RVP Spont 0.8 0 .6 240 250
CL = cycle length (ms); CV = cardiove rsion; LBBB = left bundle branch block ; MI = myocard ial infarction; NI = nonin-
ducible; NSVT = nonsustained vent ricular tachy cardi a; Poly = polymorphic; RBBB = right bundl e branch block ; RVA = right ventric ular ape x; RVOT = right ven-
tricular outflow tract ; RVP = right ventricular pacing ; Spont = spontaneous; SVT = sustained ventric ular tachycard ia: YES = ventricular extrastimuli; VF = ventricular
fibrillation.
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of the remaining 19 patients received antiarrhythmic drug
therapy at any time during the course of follow-up and no
patient was receiving antiarrhythmic therapy at the final
review.
Statistics. Differences among continuous variables were
analyzed by the Student t test. Discrete variables were com-
pared using the chi-square test. For 2 x 2 tables with cell
frequencies of less than five, analysis was performed using
Fisher's exact probability test. Results are expressed as mean
± I SD. A probability (p) value of less than 0.05 was
considered significant.
Results
Response to programmed ventricular stimulation. The
results of initial and repeated programmed ventricular stim-
Figure I. Patient 12. Initiation of sustained ventriculartachycardia
at initial and repeat programmed ventricular stimulation. Two sur-
face leads (aYF, YI) are shown simultaneously with a bipolar
electrogram from the right ventricular outflow tract (RYOT). Top ,
Initial study. Two ventricular extra stirnuli (S2-S3) are introduced
after the eighth paced complex (51) resulting in sustained ventric-
ular tachycardia at a cycle length of 200 ms with a right bundle
branch block configuration and a superior axis. Bottom, Repeat
study performed 8 months later . Sustained ventricular tachycardia
of similar configuration and cycle length initiated by two ventric-
ular extrastirnuli from the right ventricular outflow tract at similar
coupling intervals. The frontal axis and the QRS configuration of
the first three beats at the top and the first beat at the bottom (after
S3) are different from those of the tachycardia but are similar in
configuration to the paced complexes, suggesting bundle branch
reentry . T = time lines.
ulation studies are presented in Table I and a typical ex-
ample is shown in Figure 1. Ventricular tachycardia or ven-
tricular fibrillation was initiated during both studies in 16
(76%) ofthe 21 patients. Of the 10 patients with sustained
arrhythmias at the initial test , 6 still had sustained ventricular
tachycardia or ventricular fibrillation , 2 had nonsustained
ventricular tachycardia and 2 had only repetitive response s
at the repeated study . Of the II patients with nonsustained
arrhythmias at the first study , I had ventricular fibrillation ,
7 had nonsustained tachycardia and 3 had repetitive re-
sponses at the second study . The reproducibility of ven-
tricular tachycardia induction was 80% in patients with sus-
tained arrhythmias and 73% in patients with nonsustained
arrhythmias. Two ventricular extrastimuli (S2,S3) were re-
quired to initiate the arrhythmias at both studies. The site
of induction was unchanged during initial and repeated test-
ing in 12 of the 16 patients with reinducible ventricular
tachycardia. Induced tachyarrhythmias were monomorphic
in six patients and polymorphic in seven patients on both
occasions . The tachycardia cycle length was similar (~50
ms difference) in 14 patients . The mode of termination of
ventricular tachyarrhythmias was the same on both occa-
sions in 11 patients . Cardioversion was required to terminate
sustained arrhythmias in 11 instances at either the first or
the second study.
The mean threshold current for ventricular pacing was
0.71 ± 0.19 rnA during the initial study and 0 .57 ± 0.20
rnA during the second study (p < 0 .05) . However, ven-
tricular refractory periods measured from the right ventric-
ular apex at a pacing cycle length of 600 ms were similar
on both occasions (253 ± 19 versus 249 ± 22 ms). Nine
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patients were receivrng a beta-adrenergic blocking agent
during both studies and five patientswere receiving the drug
during one study.
Patients were classified into two groups based on their
response to the second programmed ventricular stimulation
study. The first group consisted of the 16 patients with
reinducible ventricular tachycardias. The second group
comprised the five patients who manifested only repetitive
responses to repeated programmed ventricular stimulation.
The mean stimulation threshold (0.55 ± 0.18 versus 0.64
± 0.26 rnA), the ventricular refractory periods (250 ± 12
versus 252 ± 43 ms), the number of patients being treated
with beta-blocking drugs (six versus four) and the time
interval between infarction and repeat testing (7.4 ± 1.4
versus 8.8 ± 2.3 months) were not significantly different
between patients with and without reinducible ventricular
tachyarrhythmias at repeat ventricular stimulation.
Clinical characteristics. Table 2 is a summary of the
clinical data obtained at the time of hospitalization for acute
myocardial infarction in each group. The two groups were
not significantly different with respect to age, sex distri-
bution, incidenceof prior infarction, non-Qwave infarction,
peak creatine kinase levels, occurrence of heart failure or
sustained ventricular arrhythmias in the acute phase of in-
farction, mean left ventricular ejection fraction or ejection
fraction of less than 40%, number of coronary vessels with
a stenosis of 75% or more and incidence of ventricular
aneurysm. There was a preponderance of anterior infarction
in the nonreinducible group and all nine patients with an
inferior infarction had inducible ventricular tachycardia at
repeated testing (p < 0.05).
Ambulatory Holter monitoring. The results of 24 hour
Holter recordings are shown in Table 3. There were no
significant intergroup differences in the mean number of
ventricularpremature complexes per hour during either the
first (obtained 11 ± 5 days after infarction) or the second
(8 ± 2 monthsafter infarction) Holter recording. Only two
patients had more than 10 ventricular premature complexes
per hour and four patients had repetitive forms. A similar
proportion of patients in each group manifested Lown grade
3 or 4 arrhythmias during both recordings.
Clinical outcome. Patients were followed up for a mean
of 17 ± 4 months (range 10 to 23). Death occurred in one
patient (Patient 8). This patient was readmitted 4 months
after myocardial infarction for insertion of a permanent
pacemaker because of syncope and documented complete
atrioventricular block. Electrophysiologic evaluation per-
formed at this time also revealed inducible sustained ven-
tricular tachycardia for which he was empirically treated
with amiodarone. The drug was discontinued4 months later
because of congestive heart failure. The patient died sud-
denly of documented ventricular fibrillation during the 15th
month of follow-up. The remaining 20 patients have sur-
vived the follow-up period without experiencing an ar-
rhythmic event. Only one patient had been discharged after
myocardial infarction with a class I antiarrhythmic drug
which was discontinued before the second study. At the
final review, II patientswere being treated with beta-block-
Table 2. Clinical Data in 21 Postinfarction Patients With or Without Reinducible Ventricular
Tachycardia/Fibrillation at Repeated Electrophysiologic Evaluation
Reinducible Nonreinducible
VTIVF VTIVF Total
(n = 16) (n = 5) (n = 21) P Value
Age (yr) 51 ± 7 51 ± 11 51 ± 8 NS
Male sex 14 5 19 NS
Prior MI 3 I 4 NS
Site of acute MI
Anterior 4 4 8 P < 0 .05
Inferior 9 0 9 p < 0 .05
Undetermined 3 I 4 NS
Non-Q wave MI 5 2 7 NS
Peak.creatine kinase (Hl/liter) 2,251 ± 2,903 3,143 ± 3,429 2,464 ± 2,971 NS
Killip class 2:2 I 2 3 NS
VTIVF in CCU 2 2 4 NS
Exercise-induced VPCs 2 I 3 NS
Left ventricular ejection 47 ± 12 43 ± 7 46 ± 1 NS
fraction (%)
Ejection fraction :=540% 5 I 6 NS
Number of coronary vessels 1.5 ± 0.8 1.8 ± 0 .8 1.6 ± 0.8 NS
with 2:75% stenosis
Left ventricular aneurysm 2 NS
CCU = coronary care unit; NS not significant; VPCs ventricular premature complexes ; VT
ventricular tachycardia; other abbreviations as in Table I.
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First recording
Mean number of VPCs/h
Lown grade 2:3 (patients)
Time from infarct (days)
Second recording
Mean number of VPCs/h
Lown grade 2:3 (patients)
Time from infarct (mo)
Abbreviations as in Tables I and 2.
Reinducible
VTNF
(n = 16)
1.8 ± 3.3
4
12 ± 6
6.1 ± 18.4
8
8 ± 2
Nonreinducible
VTNF
(n = 5)
1.6 ± 2.5
1
9 ± 4
4.1 ± 5.7
2
9 ± 2
Total
(n = 21)
1.7 ± 3.1
5
II ± 5
5.6 ± 16.1
10
8 ± 2
ers, 3 patients underwent coronary bypass surgery for con-
trol of angina and no patient was receiving antiarrhythmic
therapy .
In the 14 patients who did not undergo repeat testing.
the clinical profile and outcome were similar to those in the
21 reassessed patients . None of these patients was dis-
charged after myocardial infarction with antiarrhythmic drug
therapy. One patient was resuscitated from sustained ven-
tricular tachycardia 3 weeks after acute myocardial infarc-
tion. This patient was thereafter treated with amiodarone
and has not experienced recurrent ventricular tachycardia.
There were no other fatal or near fatal cardiac events among
the nonassessed patients during a mean follow-up of II ±
4 months (range 6 to 19). At the final review , five of these
patients were being treated with a beta-blocker and one
additional patient was receiving antiarrhythmic therapy as
part of a research protocol for asymptomatic ventricular
ectopic activity on Holter monitoring .
Discussion
Does early abnormal response to programmed ven-
tricular stimulation predict sudden death? The present
study is the first to repeat programmed ventricular stimu-
lation in patients who had inducible ventricular tachyar-
rhythmias in the early recovery phase of myocardial in-
farction. In so doing we attempted to address the long-term
reproducibility and clinical relevance of inducible arrhyth-
mias in patients after myocardial infarction . The hypothesis
was that the early abnormal response to programmed ven-
tricular stimulation would not be reproduced at a later stage
if this response was related to a transient healing phase of
the myocardial infarction and if it was not a predictor of
subsequent sudden death .
The results, however, indicated that ventricular tachyar-
rhythmias initiated in the early postinfarction period could
be reproduced in 76% of patients when programmed ven-
tricular stimulation was repeated a mean of 8 months after
the infarction. Although this observation suggests the pres-
ence of a continuous electrophysiologic substrate that may
predispose to sudden arrhythmic death, its clinical impor-
tance remains uncertain . Indeed, only 1 (6%) of the 16
patients with reproducible electrical instability died during
the 17 month follow-up period .
It has been suggested that the initiation of either non-
sustained ventricular tachycardia or sustained and rapid
polymorphic ventricular tachyarrhythmias may be a non-
specific response to aggressive stimulation techniques (26,27).
These arrhythmias were initiated in 13 patients during initial
testing and in 12 patients during repeat testing. None of
these patients died or developed ventricular tachyarrhyth-
mias during follow-up. Because our stimulation protocol
did not include the delivery of three and four extrastimuli
or the use of high current intensities, our results probably
cannot be attributed to aggressive stimulation techniques.
Therefore, the results suggest that a standard stimulation
protocol can result in initiation of either nonsustained ven-
tricular tachycardia or sustained polymorphic arrhythmias
in asymptomatic postmyocardial infarction patients and that
these arrhythmias may be nonspecific laboratory phenom-
ena. The patient who died was one of the eight patients with
sustained monomorphic ventricular tachycardia at the first
study and one of four with this arrhythmia at the second
study . Death occurred 15 months after the infarction as a
result of ventricular fibrillation . It is thus possible that pa-
tients with inducible sustained monomorphic ventricular
tachycardia will develop spontaneous arrhythmias years after
the infarction. However, the risk of sudden death is higher
in the first year after infarction (23 ,28) and our follow-up
covered this period .
In our study (21) of ISO survivors of a myocardial in-
farction, induction of ventricular tachyarrhythmias did not
identify a group at high risk of sudden death; in the present
study we documented that these arrhythmias could be re-
produced several months later. Yet this finding was not
associated with an increased risk. Similarly, only 1 of the
38 ROY ET AL.
PROGRAMMED STIMULATION AFfER INFARCTION
JACCVol. 8, No.1
July 1986:32-9
14 patients with a positive early response not restudied at
a later stage developed ventricular tachycardia during the
follow-up period. These results do not justify routine elec-
trophysiologic testing after myocardial infarction for risk
stratification; however, the persistent electrical instability in
our patients justifies a longer follow-up period to fully elu-
cidate its clinical relevance.
Inferior versus anterior infarction. Our data show that
the long-term reproducibility was more likely to occur in
patients with inferior infarction than in those with anterior
infarction . Indeed, ventricular tachycardia was reproduced
in all nine patients with an inferior infarction and in only
50% of the patients with an anterior infarction. Recent evi-
dence from this laboratory (2 I) and data obtained by other
investigators (19,20) indicate that patients with inferior in-
farction tend to have a more inducible arrhythmia in re-
sponse to right ventricular stimulation than do those with
anterior infarction. The relation between the site of stimu-
lation and the area of the origin of the tachycardia is known
to be a factor in the inducibility of ventricular tachycardia
in both animal infarction models and in humans (29,30) .
The susceptibility to tachycardia induction in patients with
inferior infarction may therefore be explained by the prox-
imity of the stimulating electrode to the areas of infarcted
diaphragmatic and, possibly, right ventricular tissue. In-
homogeneity of conduction and potential reentrant circuits
may be more easily exposed by right ventricular stimulation
in these areas than in areas of infarction more distal to the
site of stimulation , such as would be expected in antero-
lateral infarction.
Other clinical variables. The ability to reproduce ar-
rhythmia did not correlate with the extent of coronary artery
disease, the degree of left ventricular dysfunction and the
arrhythmias detected by either exercise testing or Holter
monitoring. However, because less than 30% of patients in
this study had severe left ventricular dysfunction or high
grade ventricular arrhythmias, our data may not be appli-
cable to a high risk postinfarction population. The stimu-
lation thresholds, the refractory periods and the number of
patients being treated with beta-blockers were the same in
the two groups, suggesting no influence of these variables
on the results. Our findings do not support the observation
by Kowey et al. (18) of an increased susceptibility to late
induction of ventricular tachycardia in patients with ven-
tricular fibrillation during the acute phase of infarction.
Clinical implications. The electrical instability present
in an early postinfarction study is not transient and persists
during the first year after infarction . Despite the reproducible
initiation of ventricular tachyarrhythmias , the prognosis in
this study group was good without antiarrhythmic therapy.
This observation may have important implications for the
clinical applicability of programmed ventricular stimulation
when it is performed in postinfarction patients to evaluate
prognosis and to investigate suspected arrhythmic events
such as syncope. The pathophysiologic significance and the
long-term clinical meaning of these findings remain to be
more fully investigated.
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